, Downey, and MacMahon3 described the architecture of the complex intrinsic bulbar musculature of the right ventricle, and stated "If the oblique component (cf. the bulbar musculature) is hypertrophied, the obstruction will lie much lower in the outflow tract, adjacent to the moderator band." The two-chambered right ventricle is usually seen in association with an interventricular septal defect, and the hypertrophied muscular bands produce an effective stenosis with an inflow high-pressure chamber immediately below the tricuspid valve and a low-pressure outflow chamber distal to the bands. This The appearanee of the pulmnonary vasculature varied from patient to patienit. In case 1, which did niot have a ventricular septal defect or patent ductus arteriosus, the pulmonary vasculature was normal. The appearance of the pulmonary vascuilature in the otlher eases was determined by the degree of left-to-righit shunt, except in case 6 (V.B.), wlhich had narrow pulmonary vessels in spite of significant left-to-right shunts (ventricular septal defect and a patent ductus arteriosus.)
The left atrium showed enlargement in four eases (3, 47 rhe left ventr icle was normal in size in five patiellts, but was enlarged in four patients (3, 4, 8, and 9 in oxygen saturation is found, and the pressure in the high-pressure right ventricular chamber is not recorded, ani erronieous diagnosis of a nxormal right-sided catheterization will be made.
The position of the interventricular septal defect in relation to the site of stenosis can soiiietimes he ascertained by right-sided cardiac catheterization. In case 8 (K.M.) the rise in oxygen saturation oceurred in the low-pressure chamber of the right ventricle, indicating that the ventricular septal defect was located above the area of stenosis. In cases 3, 41 6, and 9, the rise in oxygen saturation was noted in the high-pressure chamber of the right ventricle, and indicated that the interventricular septal defect opened into this chamber (confirmed at time of operation in case 3). Occasionally, a dilution effect can be seen in the right ventricle in the early phase of the examination as a result of the left-to-right shunt.
The pulmonary vasculature and the left side of the heart including the aorta are visualized with the aid of angiocardiography. Finally, angiocardiography will reveal the presence of additional defects, such as patent ductus arteriosus, in patients 6, 7, and 9, and deformities of the aortic valves, as shown in patients 1 and 7. Summary A relatively rare congenital cardiac malformation is described in nine patients and is characterized by aberrant hypertrophied muscular bands that divide the right ventricular cavity into two chambers. These hypertrophied muscular bands produce an effective stenosis and obstruct the outflow of blood from the right ventricle. An interventricular septal defect is usually seen in association with this abnormality. This cardiac malformation is anatomically distinct from the classic tetralogy of Fallot but may be mistakenly diagnosed as an acyanotic tetralogy of Fallot or an interventricular septal defect. The use of selective angiocardiography in conjunction with right-sided cardiac catheterization will establish the correct diagnosis. This congenital lesion is amenable to surgical correction, and five of the patients in this series were successfully operated upon with the aid of extracorporeal circulation. Surgery has been recommended for the remaining four patients because of the encouraging results.
